A persistent right valve of the sinus venosus fatally complicated a case of tricuspid atresia in a 10-year-old boy. The center of this large membrane stretched to form a sac resembling a spinnaker. Depending on the relative amounts and directions of blood flowing against it from the coronary sinus below and the venae cavae above, the sail might fill or empty quickly. This gave means of potential obstruction: either of coronary venous flow which, without a tricuspid valvular orifice, could be trapped beneath the membrane; or of all right atrial flow if the sac fell across the sole atrial outlet, the septal defect. Such episodic block caused syncope six times in the last 23 months of life and death in acute right heart failure.
pOSTNATAL LIFE with tricuspid atresia requires patency of an alternate route by which systemic and coronary venous blood may reach the lungs. There are always an atrial septal defect and either an interventricular or a supraventricular communication. Any further impairment of this abnormal passage is a serious complication and all surgical treatment aims at increasing pulmonary blood flow. Because of its length and deformity the route from the left atrium to the pulmonary artery is particularly liable to obstruction. Therefore when a patient with tricuspid atresia gives evidence of acute circulatory failure, one should consider first in diagnosis, interruption of that tenuous connection.
Report of Case K. S., born September 24, 1955, was an apparently normal male infant, the product of an uncomplicated pregnancy and delivery. Increasing cyanosis, first noted at 2 months of age and later accompanied by dyspnea, prompted his admission to the University of Oregon MedFrom the Pathology Department, University of Oregon Medical School, Portland, Oregon. This report is produced with the aid of a grant from the Oregon Heart Association. By reducing atrial inflow, and presumably pressure above the flap, the Glenn procedure possibly increased the effect of the coronary stream in expanding this center ( fig. 3, lower right). As the membrane stretched into the shape of a spinnaker its potential for hindering atrial circulation grew. It became capable of blocking either of two narrow channels; the distended pouch, being somewhat movable on its base, abutted against either the atrial wall anteriorly or the septal defect posteromedially. In the one position it might critically hinder coronary venous flow while allowing free passage from the inferior vena cava to the septal defect; or, by a slight shift, it might block the atrium at the defect. Until death some circulation continued in both venous systems. 
